C ellulitis is technically any inflammation of soft tissue but by convention usually refers to a bacterial infection of skin and superficial connective tissue (1) . There are two types: those referred to as idiopathic, in which no portal of entry can be identified on careful physical examination, and those that develop from a recognizable break or lesion in the skin. The microorganisms generally responsible for cellulitis are beta-hemolytic streptococci, usually group A, and Staphylococcus aureus, although other bacteria can cause cellulitis -for example, Haemophilus influenzae (in children) or marine vibrios. By far, the majority of infections will be staphylococcal or streptococcal. Initial empirical therapy of cellulitis should be targeted at beta-hemolytic streptococci and S aureus unless otherwise directed by specific exposure or trauma history, or results of Gram-stained lesion material (which is usually nonexistent). If there is an open lesion, staphylococci are fairly common in conjunction with streptococci, whereas in marginated spreading cellulitis without an open lesion, which is similar to the classic syndrome described as erysipelas, the infection is usually streptococcal. A prominent predisposing condition for cellulitis, especially secondary to streptococci, is leg or arm edema. This is particulary true for lymphedema as might occur in patients who have undergone an axillary lymph node resection for breast cancer or in patients who have had saphenous vein removal for use in coronary bypass grafting (2) . Patients with these factors may have recurrent cellulitis. Another often unappreciated predisposing factor is dermatophyte fungal infection, which can cause skin fissures and alterations in local bacterial flora (3, 4) . Control of these cofactors may be as important as the antimicrobial treatment of the acute infection itself in the overall management of cellulitis.
The clinical presentation of patients with cellulitis may vary. There may be marked toxicity with fever, rigors and even delirium, or there may be only localized erythema and some mild tenderness. Severe excruciating pain and tenderness in the area of the cellulitis must raise the question of necrotizing fasciitis or myofasciitis, which require emergency surgical consultation. The presence of a generalized erythematous rash should raise suspicions of streptococcal or staphylococcal toxic shock syndrome. Both of the latter conditions are beyond the scope of this discussion. Obviously, the physician's assessment of the severity of the patient's illness will be the primary determining factor about admission to hospital. If hospitalization is not considered necessary and oral therapy is not feasible or appropriate for the degree of illness, then outpatient intravenous antibiotic therapy may be required. In one retrospective review, cellulitis in inpatients was managed effectively but inefficiently (5) . Home intravenous antibiotic therapy for cellulitis has been proven to be as effective as and less costly than inpatient management for eligible patients (6) .
Different methodologies have been adopted to deliver parenteral antibiotic therapy for cellulitis -home-based treatment (6,7) and emergency room treatment (8) Before initiating antimicrobial therapy, several questions have to be addressed:
• Does the patient require admission to hospital?
• Does the patient require intravenous antibiotics, or will oral antibiotics likely be effective? This decision is most often made on the grounds of the severity and the rapidity of progression of the cellulitis, the expected compliance of the patient, and the willingness and ability of the patient to buy the prescription.
• Is the patient allergic to penicillin? If so, is the history of the reaction consistent with an accelerated immunoglobulin E reaction (early onset, hives, tongue or facial swelling, or anaphylaxis) or an IgG-mediated reaction (delayed onset after several days, maculopapular rash)? • Has the patient (if febrile) had a blood culture, a swab for Gram stain and culture, and susceptibility testing of any open lesion associated with the cellulitis? Once this checklist has been completed, antibiotic therapy can be started. Figure 1 gives an algorithm for the empirical management of community-acquired cellulitis in adults. Table 1 lists recommended intravenous agents together with oral step-down agents (which could also be used as initial oral therapy if parenteral therapy is not required) for several types of community-acquired cellulitides.
Both cephalosporin regimens of cefazolin 2 g daily with oral probenecid 1 g and ceftriaxone 1 g daily have been popular in outpatient parenteral antibiotic therapy of acute cellulitis. Both agents cover S aureus and aerobic streptococci adequately. Ceftriaxone, which is more costly, may be preferable in circumstances where parenteral therapy is required and Gram-negative rods may be implicated as a cause of the cellulitis. This may occur with cellulitis of the foot in a patient with diabetes, in which case an agent effective against anaerobes (eg, oral or parenteral metronidazole or clindamycin) would likely be added, for cellulitis in immunosuppressed patients or in the case of specific cellulitides such as those occurring after injury associated with freshwater or seawater exposure, where unusual organisms such as Aeromonas hydrophila (9) or Vibrio vulnificus (10), respectively, may be suspected. Oral therapy for the latter organisms can consist of trimethoprim/sulphamethoxazole or a fluoroquinolone such as ciprofloxacin (9) . An algorithm for following the clinical course of a patient with acute cellulitis is outlined in Figure 2 . The clinical course of treated cellulitis varies. Erythema and fever may resolve within a short time after the institution of effective antibiotic treatment, but not uncommonly, there is such an intense inflammatory response that the temperature may not normalize for 72 h, especially with streptococcal cellulitis. Early signs of response are improvement in general well-being and resolution of the signs of lymphangitis. Sometimes, dusky erythema may take many days, even weeks, to resolve after an adequate 10-to 14-day course of antibiotics. These patients should be carefully examined for subcutaneous fluctuance that may indicate abscess formation. Generally, one observes progressive improvement, especially if edema is aggressively controlled. 
